Introduction
Infarcts in the territory of the anterior inferior cerebellar artery (AICA) are rare [1] [2] [3] . The clinical signs first described by Adams [4] in 1943 in a patient who experienced rotational vertigo, vomiting, tinnitus and dysarthria are dominated by brain stem signs. This is due to the fact that the AICA supplies the middle and lower third of the lateral pontine region and the anterolateral parts of the cerebellum with the middle cerebellar peduncle, the flocculus and the anterior part of the cerebellar lobules [2] . We present the case of a 51-yearold man with a symmetrical infarct in the bilateral middle cerebellar peduncles and the left flocculus. The occlusion of both vertebral Fig. 1 . A, B Cranial magnetic resonance imaging revealed bilateral middle cerebellar peduncular infarctions (A, arrows, diffusion-weighted MRI, b = 1,000; B, arrows, T2 MRI) and an infarction in the flocculus on the left side. All infarcts were confined to the territory of the anterior inferior cerebellar arteries. C-E Vertebral angiography showed occlusion of the right and left vertebral arteries (C, arrowheads) and collateralization of both vertebral arteries (D, E, arrows).
arteries suggested a hemodynamic mechanism involving hypoperfusion and subsequent infarction in the middle cerebellar peduncles.
Case Report
The patient was admitted to our hospital after 3 days of progressive gait and postural imbalance, dizziness, numbness of the left side of the face and dysarthria. Three months before admission, he had had recurrent episodes of rotatory vertigo and visual disturbances lasting several seconds. He also had vascular risk factors, hypertension, peripheral arteriosclerosis and had smoked for 20 years. The patient history documented an infarct of the right middle cerebral artery territory 7 years before which caused no neurological deficits. The MRI revealed microangiopathy, but no territorial infarct. Neurological examination at admission showed a conscious and oriented patient with bilateral horizontal gaze nystagmus, ocular tilt reaction to the left, numbness of the left side of the face, slight right-sided facial weakness, dysarthria, ataxia in all four limbs and axial lateropulsion to both sides, which made it impossible for him to stand. Muscle strength, deep tendon reflexes and sensations were all normal. Babinski's sign was not present. An electrocardiogram was normal, and a transthoracic and transesophageal echocardiogram revealed a moderately dilated left atrium without thrombi. The MRI with fast echoplanar diffusion-weighted images (1.5 T, Siemens, Vision) showed marked hyperintensity signals ( fig. 1A , arrows) bilaterally in the middle cerebellar peduncles on the left more than on the right side and in the left flocculus as a cause of the symptoms. Other areas in the brain stem or cerebellum were not involved. Blood chemistry including homocysteine and screening for thrombophilic risk factors was normal. The Doppler sonography and transcranial Doppler sonography revealed a 50% stenosis of the arteria carotis interna and bilateral low flow in the vertebral arteries. Digital subtraction arteriography via a transfemoral approach disclosed extracranial occlusion of the left vertebral artery at the level of C1 ( fig. 1C , arrowheads) and a 50-60% stenosis at the origin of the vertebral artery. The intradural segment of the left vertebral artery was collateralized by the arteria spinalis anterior ( fig. 1D, arrowhead) . The right vertebral artery was occluded at the exit from the subclavian artery ( fig. 1C ) and had a collateralization through muscle branches at the level of C2 (fig. 1E ). The top of the basilar artery up to the issue of the superior cerebellar artery was supplied by the right internal carotid artery via the posterior communicating artery on the same side. The left posterior cerebral artery was filled by a leptomeningeal anastomosis, and the left carotid artery showed an arteriosclerotic narrowing in the pars petrosa. The AICAs and superior cerebellar arteries could be clearly visualized. Under the misconception that the occlusion of the left vertebral artery was relatively fresh, we treated the patient with 24-hour infusion therapy with Aggrastat, which might have led to a recanalization of the left vertebral artery. However, the unchanged findings on angiographic reexamination the next day prompted us to administer heparin intravenously. The patient improved under stroke unit treatment over the next days. He became able to sit independently, the limb ataxia lessened and there were no more attacks of vertigo during mobilization. However, the pronounced dysarthria remained. Long-term secondary stroke prevention was achieved by oral anticoagulation.
Discussion
Cranial MRI demonstrated bilateral cerebellar infarction of the middle cerebellar peduncles in our patient. The middle cerebellar peduncle, the flocculus and the anterior part of the cerebellar lobules [2] are mainly supplied by the AICA. Acute infarcts in the territory of the AICA are rare, having a frequency of 0.5% of all acute strokes. They account for 5.2% of infarcts affecting the vertebrobasilar territory [5] .
The complete AICA syndrome first described by Adams [4] in a single patient with vertigo, vomiting, trigeminal sensory loss, Horner's syndrome, peripheral facial palsy, ipsilateral hearing loss with tinnitus, dysmetria of the limbs, dysarthria and contralateral temperature and sensory loss sparing the face is rare [2] . The usual clinical manifestation is a crossed brain stem syndrome. Only three cases of infarcts in the territory of the AICAs and restricted to the bilateral territory of the middle cerebellar peduncles have been reported [1, 6, 7] . In our case, the vertebral angiography revealed extracranial occlusion of the left vertebral artery at the level of C1 and occlusion of the right vertebral artery at its exit from the subclavian artery; however, the AICAs were clearly visualized. This suggests that a hemodynamic mechanism with bilateral, focally lowered blood flow in the areas mainly supplied by the AICA subsequently led to an infarction in the middle cerebellar peduncles. These areas might be the most vulnerable parts of the territory affected by ischemia of the AICA [2] , and thus other areas supplied by the AICA were not involved. The vertebrobasilar occlusion in our patient might have been caused by an atherothrombotic mechanism at the site of an underlying stenosis in these vessels. An atherosclerotic etiology is considered the most frequent cause of AICA infarcts. [3, 5] 
